responses after median nerve stimulation separately on both sides were normal in seven patients. Figure 1 (case 7) shows such a normal response. In the remaining seven individuals, the evoked responses demonstrated moderate attenuation of all components of the evoked potentials in the contralateral hemisphere and slight attenuation of the ipsilateral evoked responses on stimulation of the median nerve on the affected side. The median nerve sensory conduction time was normal in all patients. Figure 2 ( 
DISCUSSION
There is little doubt that in many patients pure motor hemiplegia is due to pure corticospinal system dysfunction as suggested by Fisher and Curry (1965) . However, in some patients, pure motor hemiplegia is not so pure, as is clearly shown by our electrophysiological demonstration of involvement of the lemniscal pathways. It is generally accepted that the somatosensory cerebral evoked responses depend upon the integrity of the pathways transmitting proprioception (Williamson et al., 1970) . Therefore, normal somatosensory cerebral evoked responses in cases 1, 3, 7, 9, 10, 13, and 14 with clinical features of pure motor hemiplegia indicated pure dysfunction of the corticospinal system. However, in cases 2, 4-6, 8, 11, and 12 evoked responses were abnormal. These latter observations in conjunction with normal sensory conduction velocity of the median nerves suggested subclinical involvement of the lemniscal pathways. This discrepancy between the clinical and the electrophysiological findings could be due to the fact that mild degree of affection of the proprioceptive pathways may escape detection even on very meticulous clinical examination.
In cases 4 and 6, occlusion of the internal carotid artery in the neck was demonstrated angiographically and verified at operation in case 4. Fisher and Curry (1965) mentioned one case, not clinically examined by them, where postmortem examination showed a capsular infarct and an 'old carotid occlusion'. They concluded that the two conditions may not have been related. The same argument may be applied to our patients (cases 4 and 6). However, Aleksic and George (1973) reported two cases of pure motor hemiplegia in whom angiograms revealed occlusion of the internal carotid artery in the neck. They suggested that in some cases, extracranial occlusive vascular disease may play a role in the pathogenesis of pure motor hemiplegia.
In our case 8, a pure motor hemiplegia associated with a metastatic cerebral lesion demonstrated the necessity for considering a diagnosis other than infarct in some cases of pure motor hemiplegia. Weintraub and Glaser (1970) described a case of pure motor hemiplegia due to a nocardial abscess in the motor cortex. Igapashi et al. (1972) described a case of pure motor hemiplegia resulting from ischaemia or oedema in the motor cortex after repeat craniotomy for postoperative bleeding.
The postmortem demonstration of infarct in the basis pontis in case 10 supported the sugges-tion of Fisher and Curry (1965) 
